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[Prevalence of hy p o r l o n s i o n in childhood* A study of 71 family physician 

pi‘-ic l 1 c e 1 .1 

f’ravalenx cl c\ Mypei tonic im Ltndosa 1 tor . fine Un l o t |*uc hu n g in 21 

1 { .'i u r > a ik,; 11 i dicu P r ax e n . 

LI i nun HD 5 Pouter Kuhn I 

Doris ch r Med fob 20 1994 , 112 (5) p49 32, 

f; ACKCPOUMO I N TO PM AT I ON : Vo ry low studies have been published on the 

i iio i eff ,m; o of hype \ l on •» i on in childhood and adolescence, in particular in 
the do c l o r ' off! c c . M i T I ID n : In view of t. I i i s t the L c h i au r trag 

A i 1 g cm 2 I n in c 0 i i in a l l h o U n i v:>i s f l y o i II e i d e 1 b e r g cart icJ o u l a study in th e 

Northern p-u L of the 'Yi inan Stale of Pad on Wu r 1 1. emb e r g involving 21 general 

v. r I c v • .ltd 1 l 11 >- i i i 1 ti t c n -a -j < ■») be Lwcen 1 a n <.) 1 . f? yo.u In addition to a 

qu c s t } osu ia i i e l o v e i i ng p r r ■ o 1 i a 1 , :.o c i a 1 an d family data, l ho sy s l u 1 i c an d 

J i -a ■> l o 1 i c bl uo d i * i e * u r o w o it.- <lc lormined by aul cm a lie o s c i 1 1 o m e t r i c 

itu.-a:,ut eiiif n t, and also using a mercury sphygmomanometer. RESULTS: 

Siypei tension wa > found in 7.9'-/ of the children examined. At the Lime of 
d 1 -a q n o s i , h a If of all the children were suffering from s o rn e acut e disease; 
iiowevor, more than 107! wcie discovered "by accident". Interesting 

r a 1 '.i l ion s h ip 'were found between hypertension, body weight, nicotine and 
a l coho 1 a b u s c , s p m t i n g a c L i v i l j o a 11 d family data, which, however, owing 
t o l i 1 v small 11 u mb e r of s u b j o t t s , wore not am enable to more detailed 
n n a 1 v s i s . 
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. a k c cl c c e 1 t rates aging of n i g r o s 1 1 i a L a 1 dopaminergic 


nouron s 


P r a s ad C ; Ik o g am i 11; 5 h i m i z u 1 ; On a i v i f; 5 

Life Gel 1994, 3 4 (16) pi 169 G4 , 

Vo ha v e evaluated the effect of chronic nicotine intake on the 

u c s s o c i a Led 1 o o i n i g r o 1 1 i a Lai d o p am i n <> r* g i c neuron s . Th o sir i a L a 1 
o n s 1 t. y c> f cJ o p am i n e (01 a n cl 02) receptors a n d DA uptake sites decreased 
i th age. Conegm i tali 1, with o changes was a pronounced loss of many 
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Effect of nicotine on 
subject c d to immobi1 i za lion 
Yoshida 7; Sakanc N; Urnekaw 
Piiys i o 1 (} q h av 1 an l 3 ?4 , 

We test ed the hy po the s i s t 
rn easur fng the Lunio v c r o f 
s y rn p a t h e t i c n e t v o u s s y s t: e m 
tissue ( t 0 A f ) and h e ai t 
| mrn obilization s t r ess, o i u 
controls. Nicotine enhanced t 
and induced a loss of 
accelerated s y tn p a t h otic a c t 
did nicotine loading alone 
s y rn p a t h e t i c a c t i v i t y i n d u c e u 
that observed after a din ini 
appeared to • • ,,-ort our hypot 


sy mpa Lite L i c nervous system activity of mice 


l. (OSS . 

a *1 ; [-oncio M 
55 (1) p53• 7 , 

ii a l nicotine possesses an anti stress action by 
norepinephrine ( N E ) , a reliable indicator of 
activity, in the in ter scapular brown adipose 
of mice treated -with- nicotine injections, 
i c o t i n e i immobilization stress, vs. untreated 
he sympathetic activity in the I BAT and heart, 
body weight. I mrn o b i 1 ization- related stress 

ivity in the IBAT and heart more strongly than 
. Pr ctf eatruent with nicotine suppressed the 
h y i mm obilization stress to the same extent as 
sic ring nicotine alone. Thus, these results 
I 1 O ■;> i s . 
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combined with 
hospital stop 
trial with 12 


T i a n s d e r m a 1 nicotine patch e s w i Lh low - in ten sit. y s u p p a r t t o a i d s rn o k i n g 
cessation in outpatients in a general hospital, A p1 acebo - contro11ed trial, 
f o u 1 d s 3 ; 3 t a p 1 v L o n 3 ; Hay w a r d M ; Russell M A ; feyerabend C ; fie rn i n g T ; 
Costello J 

Arch fam Med Apr 1393, 7 (-1) p4 1 7 23 , 

OBJECTIVE: To assess whothor transderma1 nicotine patches 

1 ow-'intensity support can help outpatients in a general 
smoking. DEG I ON: Randomized, doub1e - b1 i nd , pi acebo-controlled 
weeks of follow-up. GETTING: Department of Thoracic Medicine in an 
inner city public general hospital, London, England. SUBJECTS: Two hundred 
outpatients in a general hospital, who smoked at least 10 
per day (the majoriLy were being treated Tor smoking-related 

referred by clinicians at the hospital. INTERVENTION: Brief 

stop s m o Kin g and daily application of transdermal nicotine 
15 mg over 1G hours) or placebo, with follow-up 
3, G, and 12 weeks, with a doubling of the dosage for 
at week 1. MAIN OUTCOME MEASURE: Sustained abstinence 
woek 3 to woek 12 validated with measurement of 
monoxide concentration,at weeks 3, 6, and 12. RESULTS: 

of 124 subjects assigned to the nicotine group were 
abstained from smoking at both weeks 3 and 6, compared 
124 subjects receiving placebo (R - .008). At ’week 12, 
subjects in the nicotine group were validated as having 

abstained at all three points as were 15 (12.17) of the subjects in the 

placebo group (P ■- .058), CONCLUSION: Tran sdcnnal nicotine patches combined 

with low intensity -.upper L are effective in helping outpatients in a 
general hospital sfcop smob lug but do not prevent relapse after 6 weeks. 


f g r t. y - e i g h L 
c i g a r e 11 o s 
diseases), 
auv ice to 
patches (del iv e r i n g 
appointments at 1, 
con t i nuing smoke r s 
f r o m tobacco fro rn 
expired-air carbon 
T w e,n t y - n i n e ( 2 3.47) 
validated as having 
with 16 (12.97) of 

22 (17.77) of the 
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Two studios oT the clinical orfectivenoss of the nicotine patch with 
different counsel inct treatments. 

r i o r e MC ; K e n f o r d St: Jorcnty DC; Wetter DW ; Smith S S ; Bake;' T B 

Chest Feb 1994, 105 (2) p524-33, 

OBJECTIVE: To assess the effectiveness of transdermal nicotine therapy 

for smoking cessation and suppression of withdrawal severity in conjunction 
with two different adjuvant counseling treatments. DESIGN: Two independent 
randomized p 1 a c e b o c o n t r o 1 1 c d double-blind trials. SETTING: Smoking 
cessation clinic. SUBJECTS: Eighty-eight (study 1) and 112 (study 2) adult 
volunteers motivated to quit smoking. INTERVENTIONS: Eight weeks of 22-mg 
transdermal nicotine therapy with group counseling (study 1); 4 weeks of 22 
mg followed by 2 weeks of 11 mg transdermal nicotine therapy with brief 
individual counseling (study 2). MAIN OUTCOME MEASURES: Modified point 
prevalence (7 consecutive days of nonsmoking) at the end of patch treatment 
and 6 months after treatment initiation was assessed by self-report and 
biochemically confirmed; survival analyses were also conducted for both 
studies ■ to compare treatment efficacy. Also, we examined the impact of the 
nicotine patch on specific withdrawal symptoms (anger, anxiety, awakening, 
difficulty concentrating, depression, hunger, impatience, and craving). 
RESULTS: Transdermal nicotine treatment produced higher cessation rates.at 

the end of treatment than did placebo with both adjuvant counseling 
interventions: 59 percent vs 40 percent (p < 0.05 in study 1) and 37 
percent vs 20 percent (p < 0.05 in study 2), respectively. Smoking 
cessation efficacy was maintained G months after initiation of treatment: 
34 percent vs 21 percent (p -• 0.08 in study 1) and 18 percent vs 7 percent 
(p = 0.05 in study 2). Survival analyses also revealed significant group 

differences in efficacy in both studies. Nicotine patches also suppressed a 
variety of withdrawal symptoms, including craving in the first weeks after 
paLients quit smoking. CONCLUSION: Transdermal nicotine effectively 

augments smoking cessation rates with two different types of counseling 
treatment. Overall, the nicotine patch approximately doubles the sustained 
rate of smoking cessation. Additionally, the nicotine patch provides relief 
from some tobacco withdrawal symptoms. 
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Effects of snuff on regional blood flow to the cheek and tongue of 
anesthetized dogs. 

Huckabee KD? Barnes RT ; Williams AG Jr; Fan Wl; Downey HF 
Oral 3urg Oral Med Oral Pathol Dec 1993, 76 (6) p729-35* 

Regional blood flow to the cheek and tongue of anesthetized dogs was 
in ensured before and after application of six different doses of snuff (3,12 
to 100 mg/kg body weight) to the right cheek. Dose-independent vasodilation 
was observed at the site of application, whereas dose-dependent 
vasoconstriction was o b s e rv od contralaterally. Aortic, central venous, and 
v e n t ric u1 a r pres su ros were significantly increased (p < 0.05) at the higher 
doses. Plasma nicotine concentrations increased stepwise with dose. 
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Expression of prostaglandin 52 receptor in hamster buccal pouch: effect 
® o f b e n z o ( a ) p yrenr a n d n i c o 1. i n e . 

Wu-Wany CY; Wang 51; Brigham M; Correa A; Slomiany A; Slorniany (3 L 
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rro$ tag! and i ns Leukot fatty Ac » d -s Oct. 139:3 , 4 9 (4 ) p 3 21 « 6 , 

F- r o s t a g 1 a n ci i n L? (f ‘ 0 f 2 ) pi o y s an important role in t: h e m aintenance of 
c i" a 1 in u c o s a 1 i n loy r i Ly , I n L h i study, we charge Leri «‘:ed P G B 2 receptor 
binding in the buccal mu cor. a of Syrian hamster and assessed the effect of 
nicotine (N C) and b e n >: o ( a ) p y r o 11 o ( 3 P ) > the two major ingredients in 
cigarette smoke, on this receptor. Adult male animals were treated for 4 
weeks by apica1 swabbing of the buccal pouch with corn oil (control, C) , 1 
rnM NC, DP, or NIC -t DP in corn oil , twice a day, 5 days a week. The results 
obtained with the untreated group revealed the presence of a specific P G E 2 
receptor consisting of two binding sites (high affinity with Kd - 1.52 nM 
and Bmax ■ 37 1 mol /mg protein and low affinity with Kd -- 313 nM and Brnax ■- 

1.29 prnol/mg protein). The treatment with NC, BP, and NC + BP caused a 
significant decrease in PCC2 receptor binding (specific binding: 10.20 4 /~ 
0 . ^1 2 , 6.3d f / • 1.3?'*, G . 5 3 « / • 0 . G 7 * * and 5 . 3 8 + / -• 1.03** f rn o 1 / rn g p r ote in; 

C, NC, BP, and NCiBP, respectively; Mean +/- 3D, n - 5, * *p < 0.01). The 

d a t a s u g g o s t t h a t d e c r cased i eceptor binding for PGE2 i n t he buccal rn u c o s a 
m a y be the cause f o r the a d v o r ■:* e e f f. e c i: of cigarette smoke on the health o f 
o r a 1 rn u c o s a . 


5/A U,TI , 3 0 » A B / 8 (Item D from file: 155) 

D IA LOG ( R ) F i 1 e 155; (c) format only 1994 Dialog Info.Svcs. All rts. reserv. 

Effects of nicotine c: y c 1 in cj o n w eight loss and regain i n male r a t s . 

W i n d e r s S !I; V i 1 k i n s DR 2d? R u s! i i n g PA; Dean J 5 

Pharmacol Biochem Behav 3op 1 393, 4 G (1) p209 13, 

Over s u c c e s s i v e p e r i o d s o f w eight loss and r c y -a i n caused b y d o p r i v a t i o n 
and refeeding, weight loss becomes slower during deprivation and weight is 
regained quicker d u r i n g refc e d i n g. One period of nicotine administration 
and termination results in changes in intake and weight gain comparable to 
that caused by one period of food deprivation and re feeding. However , no 
study has examined the effect of multiple periods of nicotine 
administration and cessation on weight loss and regain. The present study 
o x amin e d the effect of i e p e a tod cycles of nicotine administration and 
cessation on growth rate. 'Thirty two male 3p r ay ue - Daw 1 ey rats underwent 
t tiree nico tin o a d minist r a tion cycles. Cycles consisted of 2 weeks o f 
nic o tin e o r saline folio w e d by 2 weeks of no drug. Nicotine administ r a tion 
decreased growth and food con sump Lion, and cessation resulted in a 
( o s u mp tio n of normal growth and intake. However, changes in food 
e o n s u m ption an d b o d y weigh t were similar across cycles. Thus, although 
nicotine administration and cessation produced reliable changes in food 
consumption and body weight ■: iniilai to those caused by diet cycling, there 
w e re no conipai able e u hi u 1 a t i v e e f f e c t o of nicotine cycling on growth rate. 


5/AUJ1 ,SO t AR/9 (Item 3 from file; 155) 
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E f f e c t i v c nc s o f a 1 G * hour l r an s d o r m a 1 nicotine patch in a medical 
practice setting, without intensive group counsel ing. 

Sachs DP; 3awe U; Lei sc how 3 J 

Arch Intern Med Aug 23 1993, 153 (16) pl831~90, 

BACKGROUND: To deter rn i n e the effectiveness of a 16 *• h o u r t r a n s d e r rn a 1 

nicotine patch in assisting smokers to stop smoking, when used in a primary 
medical practice model. METHODS: A single-site, randomized, double-blind, 
out-patient, parallel -group, p] <-u'cbo control 1 eci trial consisting of 220 
regular, otherwise healthy cigarette smokers. Patients p a r ticip a t e d in a 
12-week patch treatment phase plus a 6-week tapering phase. A standard 
medical office model of physician intervention, such as could easily be 
employed by any primary car o physician, without need for' any special 
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psycho!o g i c a 1 
i intervention, 
absolutely no 
serum cotinine 


services, training, or skills, was the behavioral^ 
RESULTS: Sustained abstinence, determined at each visit by 

c i gai e 11 rarbon ifiSifb >U..d e level of 9 ppm or less, and 

level of 15 ng/rriL or less (after week 18), was significantly 


1? 

ay ■ - 


greater for those patients receiving the active nicotine patch than for 
those receiving the placebo patch: the percent of patients not smok i n g • atf 
6, 12, 18, 26, and 52 weeks was 612 vs 352, 452 vs 262, 412 vs 162, 342 
122, and 252 vs 92, respectively (P < *001). This 16-hour nicotine patch:’" 

produced no systemic side effects and minimal skin irritation. CONCLUSIONS: 
Nicotine replacement therapy via a 16-hour transdermal nicotine patch 
provided safe and effective treatment for tobacco-dependent patient s.V y 
One-year sustained nonsmoking rates were nearly three times higher in thev 
active than in the placebo condition, when the patch was used in an easily; 
applicable standard medical practice setting, without the need for- 
psychological interventions. This outcome was as good as or better than 
results achieved by nicotine patches using behavior modification or groups 
counsel ing. " Yg 
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Weight gain following smoking cessation. 

Perkins KA ^ * 

J Consult Clin Psychol Oct 1993, 61 (5) p768-77. 

Smoking generally suppresses body weight below "normal,” and smoking 
cessation allows weight to return to normal. This weight gain following 
cessation appears to be due to a transient increase in eating coupled with 
the removal of acute metabolic effects of each cigarette, with no change' in 
physical activity. Nevertheless, tobacco smoke (and specifically nicotine) 
does not appear to be simply either an anorectic or a thermogenic agent. 
Although there may be no easy explanation for the effects of smoking on 
energy balance, the most parsimonious explanation may be that smoking 
lowers body weight "set point" and cessation raises set point. The 
transient changes in eating are therefore secondary to the changes in body 
weight set point. This notion is supported by animal research with nicotine 
as well as with other drugs, and it is also supported less directly by the 
pattern of changes observed with changes in smoking status among humans, A 
set-point explanation for weight gain after smoking cessation may also help 
explain the lack of success of interventions designed to prevent this 


w e i g h t 


gain. 
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Increased aortic endothelial death and enhanced transendothelial 
m acrornol ecul ar t r a n s p o r t in streptozotocin-diabetie rats. 

Lin 5J; Hong CY; Chang MS; Chiang BN; Chien S 

Diabetologia Oct 1993, 36 (10) p 9 2 6 ~ 3 0 ♦ 

Hypertension, cigarette smoking and diabetes mellitus are well-known risk 
factors for atherosclerosis and coronary heart disease. Repeated 
endothelial cell injury and increased lipid entry have been suggested as 
initiating events in atheroyenesis. Our previous studies have demonstrated 
that the frequency of endothelial cell death and associated endothelial 
permeability were significantly increased in the aorta of spontaneously 
hypertensive rats and chronic oral nicotine-treated rats. In the present 
investigation, we examined the hypothesis that diabetes also increases the 
frequency of arterial endothelial cell death and hence transendothelial 
macromolecu 1ar transport, which may have some implications in increasing 
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lipid entry and L h u s a c c e 1 <? i a t i n g atlier ogenes i 5 . Diabetes was i n d u c e d in 15 
in a 1 c 3 p r ag u 0 Daw Icy t a t * by i n t r ap e r i 1 0 n 0 a 1 injection o f 60 mg 
strop toz 0 toe i n per Kg body weight. I ho duration of diabetes was 6 weeks. A 
group of 15 ago matched inis, injected only with the buffer and maintained 
over the same time pci iod, served as the controls. In en face preparations 
of the t ho f a c i c aorta, lg 0■ c 0 f 1 1 ainin g dead endothelial cells were 
identified by an ind i rm L ' iiitiiiuiiopof oxTdaTrme thod , and endothelial leakage 
to Evans b1ue * a 1burn i n complexes was quantified by fluorescence microscopy. 
Diabetic rats, c o tu p a red to conti ol rats, had significantly higher values 
for the frequency oi endothelial cell death (0.77 4 /- 0.10/ vs 0.38 +/- 
0.04/; p < 0.005 by two tailed, unpaired Student's t-test) and the number 
density of Evans blue al bumin leaky foci (4.33 + / - 0.48/ rnrn 2 vs 2.99 +/- 
0.33/mm2; p < 0.G5 by two lailed, unpaired L ■ test) in the aorta♦ (ABSTRACT 
TRUNCATED AT 250 WORDS) 
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[T 0b a c co and weight] 

Tabac e t p 0 i d s ♦ 

Louis • Sy1v 0 s tre J 

Rev Prat May 15 1993, 45 (10) pl235 7, 

The weight increase which immediately follows the cessation of smoking is 
often dissuasive. All things b e i n g equal otherwise, the weight and 
adiposity of smoker's are lower than those of non-smokers. The calorie 
intake of sm 0 ker s is equal to that of non-smokers, but the nicotine 
absorbed with each cigarette smoked t e rn p 0 r a ri1y increases the basal 
rnotabolism and in particular the energy expended in all physical 
activities. The lack of compensatory increase of food intake in response to 
the increase of energy expenditure explains why smokers are underweight, 
food consumption might bo reduced by an increase of circulating fatty acids 
and by a nicotine induced inhibition of insulin secretion. The weight 
increase observed after tobacco withdrawal is caused by the normalization 
of expenditures and by release of the brake on food c o n s u rn ption. Weight 
increase is usually imp 01 tan L in heavy smokers, women and subjects with low 
pi 1 y s i ca 1 ac L i v i t.y . Fifty per cent of srn 0 ker s who have given up smoking put 
0 n less than 3 kg. The e r f 0 r L required to mitigate this disadvantage is 
in 0 dest and it can be delayed and separated from the acute weaning period 
w i t h a medicinal 1 1 ea truen L . 
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P rc na ta 1 n i cot i ne c x p 0 su 1 0 a n d cognitive p e r f 0 r m anee in rats. 

Levin ED; Dr i g g s 5 J ; Christopher NC; Ro se J E 

Non ro to X i col ioiatol Jul Aug 1993, .15 (4 ) p 251 60, 

In humans and animal models there is evidence that prenatal nicotine 
e xposure causes lasting deficits i n cognitive performance. The current 
study e x am i n o d l h 0 c o g n i t i v e effects o f prenatal exposure of rats to 2 
tug/kg/day of nicotine. This dose did not cause significant deficits in 
maternal weight gain, offspring litter size, or pup weight. The control 
offspr iny show*:- • : be normal ontogeny of spontaneous alternation from near 

chance (50/) performance to 30/-35/ alternation. In contrast, the 

nicotine exposed rats had the opposite progression with abnormally high 

alternation on d a / s 2 2 3 9 and a b n o r rn a 1 1 y Tow alternation on days 35-52 . 

A c q u i s i l i o n of choice a c c. u 1 a <. y p e r f 0 r rn an c e on the r a d i a 1 - a r rn rn aze (RAM) was 

not altered in a major way by nicotine exposure. Min 0 r n i c 0 t i n e-in d u c e d 
changes in choice accuracy were seen during the initial trials of 
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a c q u i s i i: i o n . The? f i i c o l in ^ cx p ■ > ■. c d f e in a 1 o offspring had a significant! y 

1 ongcr ce'^poip.c’ clur .n. L i on * ft • n• \ l • 1 1 n ren {. i no expo sure did significantly 

altar the afreets of sub., eg dent diuy e hallenycs on choice accuracy 

performance. Iho nicotine exposed male offspring were significantly more 
responsive to the amnestic of fools of the nicotinic antagonist 
me carry 1 am i no „ In a subs cguon L challenge, L h c effects of the beta-adrenergic 
antagonist propranolol woi o examined. A significant dose-'related impairment 
in choice accuracy was seen in the control rats. In contrast, the 

nicotine-exposed rats did not show any significant response to propranolol. 
This decreased r e spon s i vene s s to adrenergic: challenge parallels the 
reduction in adrenergic response to nicotine challenge we previously found 
i n 1 11 L e r rn'a t e s to t h e rats of the current study. Prenatal nicotine exposure 
causes subtle alterations in cognitive performance that can be magnified by 
challenges of n i col i n ! c a i i cJ a d r e n c r g i c s y s t e rn s . 
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Nicotine pharmacokinetics of Nicoderm (nicotine transdermal system) in 
women and obese men compared with normal -s i zed men. 

Prather RD; Tu TG; Rolf CM; Goes lino J 

3 Clin Pharmacol Jul 1999, 32 (7) p 644 - 9 , 

This study examined the effect of gender arid body weight on the 
p h a r rn a c o k i n e tic pr of-ci l i o s of 11 1 c N i c o t i n e T r a n s d e r rn al System (NTS) 
(Nicoderm). Tiiis NTS was applied for 24 hours to 13 normal-sized men, 13 
women, and 13 obese men, all of whom were smokers who had abstained from 
cigarettes for the previous 24 hour's. Pharmacokinet1c parameters were 
determined during a single application of the system. The mean nicotine 
maximal plasma concentrat i on (Cmax) and area under the curve (AUC) values 
f o r w o m c n did not differ significantly from those for' normal- sized men. 
Nicotine Cmax and AUC values, however', were significantly lower in obese 
compared with normal"Sized men; nicotine AUC was strongly correlated to 
h o d y w eight and bo d y rn ass index. M e a i ) a p p a rent nicotine el i m 1 n a t i o n rate 
constant values were not significantly different between normal-si zed and 
obese men, but the a p p a r enl el I n i in a tio n rate constant value was 
significantly higher in women. The possible clinical significance of the 
differences in nicotine AUC values with body weight is discussed. 
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The influence of maternal nicotine exposure on neonatal lung metabolism, 
rotecti ve effect of ascorbic acid. 
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Mar itz CS 

Cell Biol Int Jun 1993, 17 (6) p579-85. 

The aim of the present study was to establish whether ascorbic acid 
supplementation (1 mg/kg/body mass/day) during pregnancy and lactation will 
prevent the effect of maternal nicotine exposure (1 mg/kg/body welght/day) 
on neonatal lung carbohydrate, DNA and protein metabolism. The data show 
that the adult lung ascorbic acid content was reduced by 767 , after exposure 
to nicotine. In contrast, maternal nicotine exposure during pregnancy and 
lactation has no effect on neonatal lung ascorbic acid content. However, 
ascorbic acid supple rn e n t a tio n during pregnancy and lactation prevented the 
adverse effects of maternal nicotine exposure on neonatal lung 
c a r b o h y d r a t e , DNA and protein mot a b o 1 is rn . 
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Behavioral effects of prenatally administered smokeless tobacco on rat 
offspr i n g, 

Paulson RG ; Shanfeld J; Vorhoes CV; Sweaty A; Gagni S; Smith AR; Paul son 

JO 



Nou r o tox 1 col T e r a t o 1 M ay - J u f i 19 9 3 , IS (3) pl83~92» 

Two dosages of Smokeless Tobacco (ST) extract wore given to gravid 
Sprague-Daw1ey rats by oral gayage on gestational days (GD) G-20. The low 
dosage contained ST extract eq uivalon t to 1.33 m g/k g nicotine ( $ T D - 1) , and 
the high dosage contained ST extract equivalent to 4.0 mg/kg nicotine 
(STD-2). Dams wore dosed throe times daily at 8 a.m,, 11 a. rn. , and 2 p.m., 
thus providing total daily rn'cotine equivalent dosages of 4 mg/kg/day and 
12 mg/kg/day. Controls received equivalent amounts of distilled water by 
gavage. Darns weire allowed to deliver and all experimental pups were 
fostered to control mothers. On postnatal day 1 (PND 1) Titters were culled 
to 4 •; / - 1 females and A + / •■ 1 males. Weights, physical landmark 
development* and behavioral per formanea of pups were monitored during pre- 
and p o s t - w e a n i n g periods. Behavioral tests included: surface righting* 
negative geo Lax is, swimming development, open-field activity, active 
avoidance in shuttle box, and Cincinnati swimming maze. Our results show 
that the 3 TD - 2 dose resulted in r e d u c o- * nate r n a 1 we i g h t gain, 0 f f s p r i n g 


weights w e r o reduced in a dose-'related m a n ner ? with t h e rn o s t consistent 
weight deficits seen in the STD-2 group until PND29 . Consistent STD-1 
weight deficits were sOun up to PND 3. The incidence of deaths was 
i ncre a e d ) n t he S TD • 2 du o ag e group , No s i g n f 1 i c a 11 t treatment ■ r o 1 a UnJ 
J i f Terenceb were observed in development of physical landmarks. Male STD-2 
pups righted faster than controls, and significant differences ‘were noted 
i ri sw i mm i ng deve 1 oprnen t with the STD- 1 group of pups pe rf o rrni ng less 
effectively than control Activity levels, assessed during both p r e - and 
P o s t w e a n in g y e r 1 o d s wore not affected. No treatment-related differences 
w a re seen in the active vWuidanco shuttle box or Cincinnati s wimmin g m a ae 
which u-s sussed learning, female brain weights were reduced in the 
b!D- 1 L r a u t m e i i t group. 
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Weight change aftei smoking cessation in general practice. 

Richmond R L * if choc L ; W e b s t o r IW 

Med J Aust Jun 21 1993, 158 (12) p821-2, 

OBJECTIVE: To examine weight change among patients attending a smoking 

e e s s a t i o n prog ram a d m i r i i s t o r e d by general practitioners. DESIGN: Body 

w e i g h t a iid s in o k i 11 y level were m e a s u i' e d at t hi e initial assessment and at a 

six-month follow up visit. Pro treatment measures of demographic, 
a 11 i t u d i h a 1 and smok i ng ■* rel a tod variables wore examined for relationship to 
weight gain. PARTICIPANTS. A total of 235 patients who ware part of a 

smoking cessation j tudy in Sydney. MAIN OUTCOME MEASURE; Change in weight 
over’ six months. RESULTS: Abstainers (n - 52) gained an average of 4.0 kg, 
significantly more than continuing smoker's who gained an average of 1.2 kg. 
An long abstainers, only s eIf• r ■ a ting s of good health predicted weight gain. 
CONCLUSIONS: Results indicate that weight gain among general practice 

patients following smoking cessation is similar to that in other research 
suitings. 
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The effect of chronic nicotine administration on bone mineral content in 
m ice. 

B r o u 1 1 k P D; J a. r a b J 

Norm Me tab Res Apr 1990 , 2 5 (4) p 2 i 9 21, 

Tobacco use has been identified as being a risk factor for the 
development of osteoporosis. To elucidate the effect of nicotine on bone 
nietabolir.ru wo ex ami nod 3 intact and 8 castrated mice treated for 56 days 
with nicotine in drinking water and compared with the same number of mice 
acting as controls.. The mineral bone mass in the femora of the animals was 
measured quantitatively. A significant reduction of bone density and bone 
mineral content was found in the nicotine treated animals compared to 
a in m a1s without nicotine. Nicotine itself does not exert any anti androgenic 
e ffect t a nd it does not produce changes in the weight of seminal vesicles. 


3/AU,TI,SO,AG/13 (Item 13 Horn file: 135) 
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Factors influencing vaginal cytology, pf \ and bacterial flora in elderly 
women. 

Mil so rn I ; Arvidsson L ; E k e 1 u n d P ; Mol antler U ; E r i k s s o n 0 

Acta Obstct Gynecol Scand May 1993, 72 (4) p23S~91, 

OBJECTIVE. To evaluate factors influencing the vaginal micro-environment 
in elderly women. STUDY DESIGN. Vaginal pH, cytology (Karyopyknotic index, 
KB I) and bacterial cultures were assessed in 350 women (age 72.2 + /- 1.4 
years, range 65-34 years) who were not taking estrogens. RESULTS. Vaginal 
pH was 6.5 r /- 0.1, KPI was 3.0 ■»/-- 0.97 and bacteria of fecal type 

dominated. However, in some women the vaginal miero~env1ronment resembled 
that: of fertile women, with a predominance of lactobacilli (n ~ 68), low pH 
(n - 4 1) an d an i n c r u a > *.• d maturation index (n « 57). KPI was higher (p < 

0.001) in women weighing • or * 85 kg, or with a body mass > or ~ 9th 

u oc entile or with a d i a L o 1 in blood pressure > or ■- 100 rnniHg and in women 
(p < 0.O5) with a high mmiop au s a 1 age (> oi - 53 years). Vagir'ial pH was 
lower' (p < 0*001), KPI was higher (p ^ 0.01) and there was an increased (p 

0.05} presence of lactobacilli in smokers compared to non-smokers. 

CONCLUSIONS. The latter finding is somewhat paradoxical as cigarette 
s rn o kin g has p r c v i ou s1y been shown to negatively influence estrogen 
rnetabol ism. The influence of cigarette smoking on the vaginal 
rn i cro - en v i r o n rn e n t rn ay be a direct local effect of nicotine. 
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Body fatness and *. rn o k i n g history predict the thermic effect of smoking in 
fasted rnen. 

W a 1 k e r J f ; Collins L C ; V o u e 1 R L ; S t arnford BA 

lot J Obes Relat Mo tab Disord Apr' 1993 , 1 7 (4 ) p205-8, 

Epidemiological studies suggest that body composition and smoking history 
a re related to degree of weight gain following smoking cessation. We 
l) y p o t hesi z e d that bod y c o mposiLion and smoking history affect the thermic 
effect of smoking (PEC), which if 1 ! turn would influence weight gain. F o r t y 
males ranging in age f i om ?0 to 7 0 year's smoked two cigarettes (0,8 mg 
nicotine yield) in 20 minutes, after which resting energy expenditure (REE) 
was measured dur iny the next hunt . The average change in REE (delta REE) 

was 4.977 (P < 0.0001), with a range of - 2 7 to +147. d e 1 t a REE was greater' 

than 17 in 35 subjects, less than 17 in three subjects, and reduced in two 
subjects. Body fatness was neg-.x Lively correlated with delta REE (r = -0.68, 

f 2 - 0.46). Multiple r e g i o s v. ion analysis indicated that body fatness (7) 

and pack year his Lory of mo king sir ongly predict delta REE (R 0.32, R2 * 
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0,68; del t a , R EE * 11,090-0,296 x ZFAT-0.037 x ■ pack-year) , It was concluded 
that body fatness and smoking history substantially influence the thermic 
effect of smoking* In addition, this finding- helps explain the wide range 
in TES which has been reported among subjects in many previous studies. 
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Impact of fetal nicotine exposure on development of rat drain regions? 
^ critical sensitive periods or effects of withdrawal 2. v • • t 

Slotkin TAi Lappi 3E; Seidler FJ A " •: A > 

Brain Res Bull 1993, 31 (3-4) p319~28, * A ' A 

w Fetal nicotine exposure evokes alterations in central nervous'system 

structural, neu r ochenn i cal , and behavioral development* In the.ggrrent 
study, the relative importance of critical developmental, exposure periods 
w and withdrawal were examined by infusing nicotine-to pregnant rat s''using 
osmotic mini pumps beginning on the fourth day of gestation, Infusions were 
confined to either the first S days (withdrawal on gestational day 13), to 
& nearly all of gestation (withdrawal on gestational day 21), or throughout 

gestation and continued into the first 2 postnatal weeks . Maternal weight 

gain was retarded by nicotine, with a hierarchy correspond1 rig to the 
duration of nicotine exposure. Similarly, fetal and neonatal body weights 
were unaffected in the group receiving the shortest duration of nicotine 
exposure, and were less affected by the intermediate infusion regimen than 

& by the longest regimen; brain region weights were reduced significant!y 

only with the longest regimen. Using ODC :activity, a sensitive marker for 
altered brain cell development, we found little change in animals exposed 
& to nicotine in early gestation and undergoing 7 withdrawal on day 13^ 

However, in the groups receiving nicotine through the end of gestation oi; 
through gestation and into the postnatal period, ODC activity was 
** significant!y elevated. These results indicate, that withdrawal' from 

nicotine contributes little, if any, effect either to the growth ‘deficits 
or to abnormalities of brain cell development. Instead, the most important 
^ factor appeal's to be exposure within the developmental period corresponding 

to the proliferation of nicotinic receptors and the timing of receptor 
control o f cell r e p 11 c a t i o n and differentiation, 
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Nicotine and cotinine elimination pharmacokinetics in smokers ■ an d 
non smokers* ; -.A 

Oenowitz NL; Jacob P 3J- ^ •••' 4 - - ’*■ A- • % 

Clin Pharmacol Ther Mar 1993, 53 (3) p31G-23, 

Published research suggests that smokers metabolize nicotine and its 
major metabolite cotinine more rapidly than nonsmoker £>« Jo evaluate this 
possibility, we studied the disposition pharmacokinet1cs of intravenous 
deuterium-labeled nicotine in 11 smokers .(administered 2.0 and 0 . 5 
micrograms/kg/min x 30 minutes) and in 11 non smokers u (0.5 

micrograms/kg/min). Smokers did not metabolize nicotine more rapidly; the 
clearance of nicotine normalized for body weight was significantly slower 
in smokers than in nonsmokers* Cotinine elimination rates: wef^ similar;, in 
the two groups. The disposition pharmacok 1 ne t i c s--of nicotine "was similar 
for the low and high doses in the smokers, indicating that metabol1sm is 
do se-i ndependen t. Our findings argue against 11 me tab o 1 1 c [ t o ) e r anc e » as a 
mechanism for the dose escalation observed.in smojeer^ af t e r . j n i t i at i o n of 
smoking. Our findings suggest that nicotine and cotinine. k1p e c parameters 
for smokers may be extrapolated to nonsrnokers for estimating exposures to 
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n Sertraline a 11 e n u a L e i hyperphagia in rats following nicotine withdrawal. 

_|i ^ Lev i n E:D; (3r i ggs 5J ; Chr i stopher NC; Rose JE 

i: Pharmacol Biochem Behav Jan 1993 , 44 (1) pSl-61, 

i 1 Chronic nicotine adrn i n i s t r a I; i on can decrease food consumption and body 

■j' ^ weight. Abrupt withdrawal from nicotine can cause the reverse effect* 

hyperphagia and rapid weight gain. In the current study, the efficacy .o/f 
si sertraline, a serotonin reuptake inhibitor, on nicotine withdrawal-induced 

■: ® hyperphagia and rapid weight gain was assessed in rats. Ser trail ne .was* 

- found to be effective in reversing the increase in feeding that occurred 

«! ^ after withdrawal from chronic nicotine administration. Sertraline caused a 

;i ® dose-related decrease in food ’consumption in ^ control rats not given 

■ij nicotine. Doses of 5 and 10 m g / k g / d ay caused significant decreases while 

.t 2,5 mg/kg/day caused a slight though nonsignificant decrease in food 

■;! ^ consumption. Rats in w h i c h n i c o t i h e was abruptly withdrawn after 3 weeks of 

■ | admi n i s t rat i on showed a significant increase in food consumption relative 

■; ■ to controls. This increase was eliminated by the high dose of sertraline 

»■ (10 mg/kg/day), but not by the lower two doses (2.5 and 5 mg/kg/day). Water 

1 ^ consumption was footed in a similar fashion. Body weight gain was also 

affected by sertraline. During the first week after nicotine withdrawal, 
v ® rats rapidly gained weight, but sertraline attenuated this. The IB-mg/kg 

dose of sertraline significantly attenuated the nicotine withdrawal-induced 
j weight gain. These results suggest that sertraline can counteract the 

: ® hyperphagia and rapid weight gain associated with nicotine withdrawal, and 

i might therefore be a useful adjunct to smoking cessation. 
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Sensitivity of lateral hypothalamic neurons to nicotine: origin and' 
possible corre1 ation with nutritional effects of nicotine. 

Mimmi T; Brahiti F; Perrin J; Orsini JC / 'T 

Pharmacol Biochem Behav Jan 1993, 44 (1 ) p217-20, . • : - -•••• 

Single-unit activity was recorded extracellularly in the lateral 
hypothalamus of anesthetized rats. A number of neurons responded to 
intravenous nicotine, but most failed to respond similarly to local 
nicotine or systemic administration of a peripheral acting agonist. This 
finding suggests that these neurons respond indirectly to systemic nicotine 
through afferent pathways originating in central nicotinoceptive cells. The 
incidence of response was significantly greater' in the cells sensitive to 
moderate changes in blood glucose. This finding suggests that the effects 
of peripheral nicotine on food intake and body weight are partly mediated 
by " g1y c e mia - $ e n sitiv e neurons" in the lateral hypothalamus. 
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Smoking rate, carboxyhemog1obin, and body mass in the Second National 
Health and Nutrition Examination Survey (NHANES II). 

Istvan JA; Cunningham TW 

J Behav Med Deo 1932, 15 (G) p559*72, 

T he r e 1 a l i on sh i p o f body rnas s and triceps sk i nf o 1 d thickness to both 
reported number of cigarettes smoked per day and car boxy hemoglobin levels 
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was exam I ned in healthy c i g \ r e i. I smoko rs in Lhe NMANES II. Among both men 

and women, higher carboxyhcuuug1 oh i n levels were related to lower body mass 

and thinner skin folds, whoin.t., higher love]., of reported daily cigarette 
smoking were related to increased body mass and thicker skinfolds among men 
only. These relationships wvre independent of age, education, caloric 
i n t: a k e , p h y s 1 e a 1 activity, and exercise. The opposite effects of number of 
i gare ties s m o k e d p r r day \mj a biological index of cigarette smoke 
c x po su r e on body mas s suggest that i n c r e ased cigarette srno 1-c i r>g may covary 
with factors that would favor increased body weight among men, whereas 

cl e creases in b o cl y w eight with increases in c a r b o x y h e rn o g 1 o b i n may reflect 

Lhe effects of nicotine 'Exposure on energy expenditure in both men and 
women. 
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Petal he mo dy n am i c rcwpohuc’ to maternal intravenous nicotine 

adm inis t r a t ion. 
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Am J Obstol. Gynecol Dec .17 77, 3.6? (6) p.LG2T 31, 

OBJECTI VUG: Our study was designed to lest the hypothesis that maternally 
administered nicotine has significant effects on fetal hemodynamics and 
umbilical systol ic/diastol ie i alios. STUDY DESIGN: Nine pregnant ewes 
received maternal ini, tavenous infusions of 10, 20, and 30 rn i c rog r arris/kg/mi n 
of nicotine* Maternal and fetal blood pressure, heart rata, and uterine and 
umbilical blood No w we re recorded. RESULTS: M aternal intravenous 
administration of nicotine ( U-J, 20, and 30 m i c r o g i atns/kg/rn i n of maternal 

body weight) produced significant (p < 0.05) increases in fetal blood 
pressure (2 % , 11 X , and 2 3 "l , respectively), dec ['eases in fetal heart rate 

(0%, 8% * and 12%), and dec \ ease in umbilical blood flow (0%, 0%, and 19%). 
Umbilical s y s to1 ic/d i a s t o1 i c i a t i o s increased slightly at the 30 
in i c r o g r am s / k g /rn i n close of nicotine, but these changes did not reach 
significance. Maternal blood pressure increased (10%, 25%, and 53%), and 
uterine vascular resistance increased (5%, 61%, arid 311%) significantly (p 
* 0.05) ; uterine blood Mow increased at the 10 m i c r og r arns/kg/ml n dose 

(•<5%) and decreased by 23% and 12% at the highest two doses of nicotine. 
CONCLUSION: Maternal nicotine administration in late-term pregnant sheep 

produced significant increases in fetal arterial blood p r e s s u r e and 
umbilical vascular' resistance, decreased fetal heart rate, and umbilical 
blood flow but did not significantly alter systolic/diastolic ratios. 
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Rodent model of nicotine ab s i; i n one o syndrome. 

Mai in DM; Lake JR? Nowl in MaulIsby P; Roberts LK; Lanier JG; Carter VA; 
Cunninghait J3; Wilson OB 

Pharmacol Blochom 8 chav Nov 1992, 13 (3) p779 31, 

Pew animals models are currently in use for the recognized clinical 
p r obi eni of nicotine d c pendente arid abstinence. This study introduces a 
rapid and convenient model using the ('at. Sixteen male rats were rendered 
nicotine d c p e n d ont b y 7 d a y :• of continuous subcutaneous infusion of either 
3 tng/kg/day (n 3) or 9 mg/kg/day (n •- 8) nicotine tartrate salt; 8 

vontrol rats w ere infu> ed wiLh ' inc alone. Rats wore observed for 15 min 
before, during, and a flei the di u g in Tus ion period using a tally sheet 
modified fi om a standard checklist of opiate abstinence signs. There were 
few signs o b served In any group at baseline and at the end of the infusion 
period. However', nicotine- infused rats showed a significant, dose-related 


* 


Source: https://www.industrydocuments.ucsf.edu/docs/xndlOOOO 


2028990739 





3 e i t e 13 


« 


increase ovor the control gi oup at 16 h after the end of infusion, largely 
subsiding by 10 h. The marl frequently obsc'ivcd signs during withdrawals 
included; t e o t h ■ c h a 11 o r i n y / c h e w s , wr i thos/gasps, ptosis, t r e f n o r s / s h a k e s , 
and yawns. A significant d»op in locomotor activity and increase in weight 
gain following l nmiiuU luu of nieoUne. infusion provided additional 
evidence of an abstinence sy n d r ome¥-— f h i-s syndrome was alleviated by SC 
a d m i n i s 1 1 a t i o n of 0.1 m g / i. <j n i c o t i n a t a r t rate. 
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A study of tobacco carcinogenesis XLVIII,. Carcinogenicity of 
N '-nit i” o sonornico tiiie i n m i n k (M u stela v i son) , 

Koppang N; Riverton A; Keith A*; Dahle HK; Evensen 0; Hoffmann D 

Carcinogenesis Nov 1992, 13 ( 11) p 19 5 7 • 6 0 , 

During tobacco processing and smoking, nicotine and nornicotine give rise 
to N'~n i t r o sono rn i co i: i ne (NNN), a highly abundant, strong carcinogen. NNN 
is known to exert carcinogenic activity in mice, rats and hamsters. Major 
target organs for NNN catcinogen i c i ty in the rat are the esophagus and the 
nasal mucosa, and in the Syrian golden hamster trachea and nasal mucosa. In 

comparison with the rat, the mink (Mu stela vison) has a markedly expanded 
nasal mucosa. Therefore', we explored if) this study whether the mink could 

serve as a non- rodent model for nasal careinogenesis using NNN as the 

carcinogen. Twenty random-bred mink, beginning at the age of 3 weeks, 

received twice weekly s. c * injections of NNN, a total dose of 11.9 mM pet' 

animal over a 38 week period. All of the 19 mink at risk developed 

nia 1 igrant tumors of both the respiratory and the ol factory region of the 
nose within 3.5 years. In most animals the malignant tumors, primarily 

esthes t o n e u r o e pithe! ioma, invaded the brain. Re m a rk ab1y, NNN induced no 

other tumors in the mink. None of the control animals developed nasal 
tumors nor tumors at other sites during the 3.5 years of the assay. The 
historical data from the farm did not reveal any spontaneous occurrence of 
nasal tumors in mink at any ago. This study supports the concept that NNN 

is a proven carcinogen for multiple species of mammals and that the mink 

can serve as a non rodent, non inbred animal model for nasal 

carcinogenesis, especially since NNN induces only tumors in the nasal 

cavity in this species and not at other sites, as it does in mice, rats and 
ham stars. 
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Use of phenylpropanolamine to reduce nicotine cessation 
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gain in rats. 

Winders S H; Dykstia T; Coday MO; Amos JC; Wilson MR; Wilkins DR 
r sy chophartnaco 1 ogy (Deri) 19 92, 103 (4) p 5 01 * 6 , 

The present study was conducted to determine if phenylpropanolamine (PPA) 
administered during the first week of nicotine termination could reduce or 
eliminate t i i e body weight rebound which accompanies nicotine cessation. 
3 p r ag u e - Daw1e y rats 'were administered nicotine for 2 weeks after which they 
received either PPA or saline Tor 1 week. Control animals received saline 
(j u r* i n g both dr u g p r t i o d . Cody weight., food consumption, and w a t e r 
consumption were measured daily before drug, during nicotine and PPA 
administration, and Tor 14 days after PPA administration. In contrast to 
. lV i lima Is receiving sal inc* up or) termination of nicotine, animals receiving 
PPA did not gain weight at an accelerated rate. Termination of PPA did not 
result in a body weight rebound. To the extent that these results 
general ice to humans, they suggest that PPA could be used to reduce or 
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o 1 ini i n a t o p o •.*» L c c s s a L ion w e i g i \ I. g ain in mo k e r s w i \ o s t o p smoking. 

S/AU, 11 * SO, AD/30 (Item 30 from file: 15 5) 

D IA L 0 G (R)fi1o 15 5: (c) f oim a l only 1 9 9 4 D ia1o g In To.Svcs. All r t s , r e s e rv . 

National working conf orruc-e on smoking and body weight. Task Force 2: 

Methods of assessment, strategics for research. 

kenning f iel o' OF; Ob a r ?, a no k C; Penowitz ML; Mall SM; Klesges RC; Leischow 
3; Levin ED; Perk ins !• A; Gpi ing C; Glitter M; ot al 
Health Psychol 1992, 31 Suppl pl0~G, 


5/AU,TI , GO , A 0 / 01 (I 1 om 3 1 from file: 15 5 ) 

D1 A L 0 G(R)Fi1e 15 5: (c) f o rro al only 19 9 4 Dialog Info.3vcs, All r t s . r e s e r v . 

Alterations in hippocampal cholinergic receptors and hippocampal 
L e h a v 1 o r s a f t e r ear 1 > c- x p o u r e lo nicotine. 

Y - A n a i J ; Pick C G ; R o gel !' u c 1 1 s Y ; 2 a h a I k a 0 A 

Brain Res Pull 5 e p Oct 1992, 29 (3 9) p 3 G 3 • 3, 

M 1 ce woi o oxposed to n i eo l i iic p \ enata 1 1 y by injecting the mother with 1.5 
mg/kg nicotine G C twice daily on gestation days 9-13 (PreN mice) or 
neonatally by daily GO injections of 1.5 mg/kg nicotine on postnatal days 
2“21 (NeoN mice). At age 50 days, hippocampal muscarinic receptors Brnax of 

P i* e N an d N e o N m i c e vv c r v 5 0 / an d 7 9/ a b o v o control , respectively ( p less 

than 0.01); Is d was unaffected by early nicotine- exposure. Eight-arm maze 
performance of nicotine u.pj animals f1 1 L'Ohind control level. Both 

PreN and NeoN made approximately 10/ less correct responses in the first 
eight trials than control* throughout the test period (p less than 0.01). 
By the last day' of testing, PreN needed 23/ and NeoN 31/ more trials than 
controls to enter ^11 .\mc (p Ic*s than 0.001). In addition, PreN needed 35 
and NeoN 42 7 more days than controls to reach criterion (p less than 0.05). 
Similarly, while 61/ of co 11 Lr o1 s reached cr i Un ion by day 6 only 17/ of 
PreN and 25/ of NeoN reached criterion (p less than 0.01). In the Morris 
maze, PreN needed from ] G 1137. more time to reach the platform (p less than 
0,001). In the spatial probe test, PreN animals made 35/ fewer crosses over 
the area of the missing platform (p less than 0.001). The study suggests 
that nicotine adtu J n i s le r c d to the fetus or neonate alters s e p t o h i p p o c amp al 
chemistry and induces deficits in h i ppocampu s *■ r e 1 ated behaviors. The 
possible revet sal of the behavioral changes by manipulating the cholinergic 
innervations should be the subject of future investigations. 


5/AU,TI,50,AO/32 (Item 32 from file: 155) 

DIALOG(R) FI 1 e .155: (c) formal only 1999 Dialog Info.Svcs. All rts. reserv. 

Cigarette smoke exposure and development of infants throughout the first 
year of life: influence of passive smoking and nursing on call nine levels 
in b rea st milk and i nf a n l ' c urine. 

Schul to -Hobo in P ; Gchwai t. ft i ckenba-ch D; Abt 3; Plum C; Nau H 

Acta Paeciiati Gun Oul 1 392, 31 (6-7) p550- 7, 

The effects of smoko exposure via mothers' rn i1k and/or via passive 
smoking during the f i { s L year of life were i n v e s t; i g a t e cl i n a prospective 
longitudinal matched pair study. The somatic end mental development of 69 
infants w h o r c> mothers • m o k o d more than five cigarettes per day throughout 
pregnancy arid continued mho!, ing after childbirth were compared with 69 
children of nun smoking mothers. At birth, mean body weight of neonates 
from smoking mothers wa , significantly lower than the weight of neonates 
from non-trnoking mothers. This weight difference between the two groups was 
no longer' significant in infants at 12 months of age. With the methods 


Source: https://www.industrydocuments.ucsf.edu/docs/xndlOOOO 


20289S0741 







